THE father and mother of these children are first cousins. Out of a family of five children, one girl and four boys, the girl and two boys are albinos, and in each the hair of the head is red: the youngest albino boy is definitely heemophilic, the other suffers from severe epistaxis. I have obtained no history of albinism or hsemophilia in the familv other than this.
The late Dr. Pringle (Allbutt and Rolleston," System of Medicine," 2nd ed., vol. ix, art. Albinism) states that the hair of albinos may have a yellowish tint, and quotes Folker as reporting a case in which the hair was red.
Dr. H. STANNUS said that this case of albinism, one of three in a family of five children, with red hair, was particularly interesting. These cases were uncommon in this country but on the other hand this type was known to occur among all races. Cases had been recorded from Papua, Malaysia, from among American Indians, and a few were found in the series of albinos recorded by himself from Central Africa. Those who were interested in albinism would of course find an exhaustive survey of the subject in the monograph on albinism from the Department of Applied Statistics, University College, London, by Professor Karl Pearson and his co-workers.
Though it was impossible to dogmatize in the absence of microscopic examination, it might be said that as a rule the bright red type of hair contained no granular pigment in distinction to some others which had a slight brown shade. After only a hurried survey of the case one would class it as one of complete albinism, that was to say hair without granular pigment, pigmentless skin, red reflex from the eye, &c. In these cases the colour of the hair was due to a diffuse pigment, a lipochrome with no granular pigment.
Sometimes it would be found that the distal portions of the hairs were darker than the more proximal parts; such hair sometimes darkened with age. Red hair was seen in red skinned members of dark skinned races, cases that were classed under xanthism, but it had to be remembered that every degree of variation might be met with, from complete albinism to normal pigmentation, and that the distribution of pigmentation might vary in all directions. Individual red hairs from the scalp of a black haired African showed the same characters as the red hairs of albinos. It was, however, only possible here to allude thus briefly to the clinical side of albinism. On the bio-chemical side there was a vast and interesting field of research still open for investigation. A further point of considerable interest was the presence of a hemophilic diathesis in the family under discussion, this and albinism being both of course familial affections. THE patient, Mrs. M. H., then aged 47, was admitted to hospital under my care on July 15, 1915, with chronic ascites, which had already been tapped twice since the commencement of 1915, when it was first noticed. The liver was hard and greatly enlarged, reaching down to about the umbilical level. The spleen could not be palpated. Otherwise the patient appeared fairly healthy. There seemed to be no disease of the thoracic or of the other abdominal organs. The urine was free from albumin and sugar, and the bloood-serum gave a negative Wassermann reaction. There was no fever. Pulse 80. Respirations 24 per minute. About two years previously she had ad an attack of hiematemesis or hamoptysis. There had never been any jaundice. Seventeen years previously she had undergone an operation for haemorrhoids.
Case of Hepatic
On July 20, 1915, paracentesis abdominis yielded 8,700 c.c. of clear ascitic fluid, of specific gravity 1007. She was tapped again on July 31 and August 13, 1915, and I regarded the case as one of hepatic cirrhosis with chronic ascites-possibly suitable for omentopexy and (later on) peritoneal drainage. However, after the patient left the hospital in August, 1915, no paracentesis abdominis or operative treatment was required, as the ascites gradually disappeared. When I saw her again on November 10, 1915, she was quite free from ascites, though the enlarged liver could be felt reaching down to the umbilical level. The brachial systolic blood-pressure was 165 mm. Hg. The only medicine she had been taking was that for keeping her bowels open (cascara sagrada and Carlsbad salts).
After eight and a half years I have now seen the patient again. There has been no return of the ascites. There bas been no jaundice. Her liver now (February, 1924) forms a large, hard, rounded, somewhat irregularly-shaped, swelling, bulging forward in the upper part of the abdomen (more so, I think, than in 1915). I find no evidence of any other visceral disease. She has taken a little alcohol occasionally since 1915. Her general health appears to be at least as good as it was then, although she suffers from flatulent dyspepsia at times, and her remaining teeth are in a very bad state. Her urine is free from albumin and sugar. Her brachial systolic blood-pressure is 160 mm. Hg, pulse 68 to 80. Respiration 20 to 24 per minute. Examination of her gastric contents after a test-breakfast shows: free HCl 15; total acidity 21. Nothing abnormal can be found by Rontgenray examination of her stomach. I regard the case as one of hepatic cirrhosis, probably not connected with alcoholic intemperance, in which the liver is large and has undergone much compensatory (regenerative) nodular hypertrophy. Probably considerable omental adhesions have occurred spontaneously, sufficient to equal the results of a successful omentopexy operation-an operation which in 1915 I actually thought of proposing. I believe that a certain amount of chronic localized peritonitis-especially about the liver and spleen-is often present in cases of hepatic cirrhosis, and favours the development Qf peritoneal adhesions and new vascular channels, in the same way that a successful Talma-Morison operation (omentopexy, epiplopexy) does. In December, 1909, at this Section of the Royal Society of Medicine,' I suggested that in regard to chronic ascites, and the question of operative treatment beyond simple tapping, cases of hepatic cirrhosis might perhaps be roughly divided into the two following groups:-(A) Patients who for some reason (for instance, the presence of old perihepatitis and perisplenitis and extensive spontaneous omental adhesions) have the collateral venous circulation well established, and do not readily develop ascites, but are, of course, liable to haematemesis from dilated cesophageal or gastric veins. The liver is generally decidedly enlarged in this group of cases.
(B) Patients with a poor collateral venous circulation, who develop ascites early. The main object of omentopexy and peritoneal drainage should be to convert patients of Class B into patients of Class A. I would further add that the chief natural collateral venous circula'tion in cases of hepatic cirrhosis is by the casophageal veins, and a successful omentopexy operation ought to assist nature, by the formation of veins in the artificially produced omental adhesions, thus removing the necessity for the excessive dilatation of cesophageal veins, which would be likely later on to give rise to fatal hamatemesis.
In the present case the patient has spontaneously, I think, become a member of Class A.
For comparison I will shortly allude to a few other cases of hepatic cirrhosis that I have observed in which ascites has disappeared without any operative interference beyond paracentesis abdominis.
My attention was first drawn to the whole subject in question in 1898 by making a post-mortem examination' on a man, aged 44, who had been several years previously (in 1892), under treatment by Dr. Gee, at St. Bartholomew's Hospital, London, where the diagnosis of cirrhosis of the liver with ascites was made. When the patient died, in 1898, the necropsy showed that he really had cirrhosis of the liver, but that the paracentesis abdominis at St. Bartholomew's Hospital had been followed by the cure of the ascites and by the formation of extensive peritoneal adhesion. The man had evidently had chronic peritonitis in addition to his hepatic cirrhosis. In favour of the view that the peritoneal effusion, for which the patient was treated in 1892, was of an inflammatory nature was the relatively high specific gravity (1020) of the fluid first drawn off, and the patient's tendency at that time to have fever in the evening. The patient had discharged himself from the hospital and had battled against his ascites, much in the same way as my above-described patient (Mrs. M. H.) did, who when she left the in-patient department, in August, 1915, was determined to get on as long as possible without having her ascites again tapped. In a woman (J. M. B.), aged 41, admitted under my care in July, 1909, cure of chronic ascites followed repeated paracentesis abdominis and an exploratory laparotomy at which nothing special was found beyond the ascites. The last tapping was on November 11, 1909, when 3,000 c.c. ascitic fluid were removed. On November 15, 1909, when she left the hospital, there was still moderate ascites. After that no further tapping was required, and when I saw her again on January 30, 1911, she looked remarkably well and there was no ascites. The liver could not be felt, but the spleen seemed to be enlarged and fixed by perisplenitic adhesions to the abdominal parietes. Unfortunately she had two hernias, an old umbilical hernia and one that had developed in the laparotomy scar. Probably cardiac weakness had been one element in the causation of the ascites in this case.
As a last instance of the disappearance of ascites in hepatic cirrhosis, I will mention the case of a man (J. W.), aged 47, who was admitted under my care on January 28, 1915, with considerable ascites, moderate jaundice and a history of previous alcoholism and probably also previous syphilis. There had been a suspicion of gall-stone colic not long before admission. His blood-serum gave a strongly positive Wassermann reaction for syphilis. The ascites disappeared (perhaps partly owing to treatment with potassium iodide). About two and a half years later the patient died of cancer of the tongue, and the necropsy showed typical hob nail cirrhosis of the liver, a gall-bladder full of gall-stones, extensive peritoneal adhesions rich in blood-vessels, and no ascites. No opera- tion of the omentopexy class could have produced a better collateral circulation than Nature (almost left to herself) did in that case. It is possible that the inflammation connected with the cholelithiasis may have favoured the development of the vascular channels (including the newly formed vessels) concerned in the collateral circulation.
Case of Patchy Gangrene of the Toes due to Vasomotor Injury.
By P. JENNER VERRALL, F.R.C.S. THIS case has been previously shown at the Section of Orthopaedics; further light on the diagnosis is now sought from this Section.'
Patient, a male, aged 23, who in 1918 injured his right leg in an omnibus collision. There was no fracture or skin lesion, but there was great swelling of the limb with immediate paralysis of all muscles below the knee. I first saw him one and a half years ago when the paralysis remained and there were small black gangrenous patches on the toes. Loss of sensation was confined to the toes and part of the adjacent dorsum of the foot and the electrical reactions of the muscles were normal. The whole leg was somewhat blue and cold. I was informed that the patches appeared one and a half years after the injury.
Under treatment the gangrenous patches healed except for discoloured spots but in spite of contrast baths, &c., the paralysis remains and the leg still swells if allowed to hang down. In July last I stripped off the coats of the popliteal artery, but up till now this has had no effect. The artery is normal in size and there is good pulsation in the posterior tibial artery. The possibility of malingering and dermatitis artefacta has been excluded to my satisfaction.
I take this to be a case of vasomotor disturbance with associated functional paralysis. Thrombo-angeitis obliterans is excluded by the normal size of the arteries. The patient is not a Jew and he does not smoke to excess.
Burrows (British Medical Journal, February 2, 1918) gives an exhaustive description of arterial injuries with which my own experience agrees. Neither he nor I have seen this condition as a result of injury to arteries in the distal limb segment and the anaesthesia here is not of a stocking type. It has been suggested that there is an arterial lesion higher up but I can see no evidence of this. I should be much obliged for suggestions as to diagnosis and treatment.
Dr. F. PARKES WEBER remarked on the muscular atrophy in the affected (right) lower extremitv, together with the coldness, lividity, weak arterial pulsation, glossy skin, and partial aneesthesia, in the foot. All this, he maintained, could only be explained by supposing that at the time of the accident in 1918 the main artery supplying the limb was gravely injured. Perhaps the internal coat was ruptured, or the internal and middle coats, as happened in a case reported by Sir Anthony Bowlby in the Transact'ions of the Pathological Society of London for 1891 (vol. xlii, p. 79) . In
